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Polyarteritis nodosa following angioplasty
Sir: Polyarteritis nodosa is a rare condition characterised by necrotising arteritis of small and medium sized arteries.' Infection may act as a trigger, with from 10o%2 to 54%3 of patients being hepatitis B surface antigen positive, but evidence of infection cannot be found in all patients. We report a case of PAN which occurred after femoral angioplasty.
A 54 year old man with a one year history of bilateral claudication was admitted for angiography and angioplasty. A heavy smoker from the age of 20, he otherwise had no significant past medical history. There was no relevant family history of vascular disease.
A A patient aged 38 was sent to our centre in her 32nd week of gestation with a suspected diagnosis of intrauterine growth retardation. Her obstetric history included two intrauterine fetal deaths at 30 and 32 weeks, and between them a male child born alive at term but who was small for the gestational age. The patient had smoked more than 30 cigarettes daily for the previous three years and had had a history of Raynaud's disease in the fingers and toes for nine years, with distal necrosis of the middle finger of the right hand. On examination, the absence of left radial and pedal pulse and signs of necrosis of the middle finger of the right hand were noteworthy. Uterine height was 22 cm, which clearly was low for the gestational age. Blood analysis showed persistent thrombocytopenia, with a platelet count between 100 and 140X i09/1. Tests for antinuclear antibody, complement, and rheumatoid factor were negative. Anticardiolipin antibodies (by enzyme linked immosorbent assay (ELISA)) were positive at 40 GPL units in two tests done eight weeks apart. (In our laboratory we consider positive levels of IgM or IgG anticardiolipin antibodies to be values greater than 20 MPL or GPL units respectively.) Obstetric sonography showed a live fetus with biometers corresponding to 26 weeks of gestation. The diagnosis was severe symmetrical intrauterine growth retardation.
As we suspected Buerger's disease a Doppler study of proximal arteries was done, and the results were normal. Non-stress tests showed an absence of fetal reactivity, with decrease of variability and presence of late decelerations, and as a result a caesarean section was performed. A live newborn weighing 1000 g was delivered, with an Apgar score of 6-8. His postnatal evolution was favourable. Anatomopathological examination of the placenta indicated multiple infarcts and calcifications, and no signs of vasculitis were noted. An arteriograph of the hands, carried out after delivery, indicated multiple stenoses and screwdriver lesions in radial, cubital, and palmar arches, which are all compatible with Buerger's disease. The lesions were bilateral.
Buerger's disease and primary antiphospholipid syndrome have in common the existence of arteriovenous thrombosis, though their cause is different. We have not found any report of their coexistence. Although our patient presents diagnostic criteria of Buerger's disease,2 3 arterial thrombosis is a clinical diagnostic criterion of primary antiphospholipid syndrome, so in this case the possibility that all the abnormalities noted may be due exclusively to this syndrome cannot be ruled out. We believe this may be a coincidence, but more studies are needed to rule out any possible relation. 
